Introduction
Maternal respiratory infection can increase the risk in the offspring for mental disorders such as schizophrenia (reviewed by Brown, 2006; Penner and Brown, 2007; Brown and Susser, 2002; Mednick et al., 1988) . The most direct evidence for this comes from a prospective study of pregnant women with medically documented respiratory infections, where the risk for schizophrenia in the offspring is increased 3-fold by infection in the second trimester (Brown, 2006) . Moreover, the presence of anti-flu antibodies in maternal serum in the first half of pregnancy is associated with a 3-7-fold increase in risk, and elevated levels of the cytokine interleukin-8 in maternal serum is also associated with increased risk for schizophrenia in the offspring (Brown et al., 2004a,b) . There is similar serological evidence linking rubella and toxoplasma maternal infections with schizophrenia (Penner and Brown, 2007) . Although the epidemiology is much less extensive for autism, a >200-fold increase in autism incidence was found in the offspring of maternal rubella infection cases (Chess, 1977) . While rubella infections can also involve the fetus, smaller studies of other maternal viral infections support the idea that this can be a risk factor for autism (reviewed by Ciaranello and Ciaranello, 1995; Hyman et al., 2006; Moy and Nadler, 2008) . These findings are remarkable given the strong genetic contribution to autism and schizophrenia, which, at present, cannot be controlled for in such epidemiological studies. If it were possible to confine epidemiological analysis to just those individuals with the appropriate susceptibility genotype, the figures for risk cited above could be much higher.
The offspring of mothers with infections display diverse neuropathology, depending in part on the nature and timing of the infection. Following late pregnancy intra-uterine bacterial infections, cortical malformation and white matter damage is often seen in the offspring, leading to severe behavioral changes (Dammann et al., 2002; Hagberg et al., 2002) . While pathology is more subtle and variable in mental illness, several reproducible changes have been identified. A common finding in autism is a localized loss of cerebellar PCs. In 8 studies involving 29 postmortem brains, 72% of the autism cases displayed such a deficit (Palmen et al., 2004) . Another review recently concluded that 79% of the postmortem autism cases in which the cerebellum was studied displayed a deficit in PCs (Amaral et al., 2008) . Although there are negative findings, this is remarkable consistency, particularly in light of the broad spectrum of ages, severity of symptoms and diversity of autism phenotypes included in these studies.
There is also a very strong inverse correlation between the magnitude of cerebellar lobule VI and VII hypoplasia and the degree of 
